Maculopathy complicating treatment with systemic corticosteroids (prednisolone,') or corticotrophic hormone (depot tetracosactrin2) has been reported.
We have previously noted worsening of central serous chorioretinopathy (CSR) in 5 cases during systemic corticosteroid therapy. In this report we describe the development of CSR during treatment of retrobulbar neuritis (RBN) in 2 cases, one of which developed 3 separate attacks of CSR during 3 separate courses of corticosteroid therapy. Case reports CASE 1 A 39-year-old man was admitted to our hospital with acute bilateral RBN of unknown origin. His corrected vision was 0 4 OD and 0*01 OS. Ophthalmoscopic examination was normal except for a few small subretinal yellowish dots in the right macular area. There was a past history of CSR in the right eye. Corticosteroid treatment with betamethasone 10 mg per day in 500 ml of 5% glucose was started. This was a high initial dosage but was thereafter gradually reduced. On the sixth day of therapy, when the steroid dosage was 8 mg daily and the total dosage 52 mg, CSR with a detachment of about 2 disc diameters was noted in the right eye and rapidly increased to 5 disc diameters. Following termination of corticosteroid therapy the extent of the detachment reduced to about 2 disc diameters. Vision remained poor in each eye, and consequently a second course of betamethasone with Correspondence to Dr Masato Wakakura. a total dosage of 123 mg over 18 days was started. During this second course there was an increase in the CSR, but the detachment completely disappeared about 20 days after the termination of corticosteroid therapy. At that time the visual acuity was 1-0 OD and 0-05 OS. Because of continuing poor vision the patient requested a third course of corticosteroid therapy. Two months were allowed to elapse to allow adrenal function to recover.
Neither a right central scotoma nor dye leakage on fluorescein angiography was detected before the start of the third course (Fig. 1A) . Betamethasone 16 mg per day was given and the dosage gradually reduced. The total dosage was 141 mg over 15 days. On the third day. of treatment vision in the right eye deteriorated, to 0-6, and a central scotoma and CSR were noted. The same leakage site as before was confirmed by fluorescein angiography site (Fig. 1B) .
The leakage site was surrounded by a pigment epithelial detachment. On the eleventh day (Fig. 1C) the leakage changed to a mushroom or jet type with a retinal detachment of about 6 disc diameters. The CSR did not improve until the daily dosage of betamethasone was reduced to 2 mg. The detachment disappeared about 18 days after the termination of corticosteroid therapy with a vision of 1-0 OD and 0-1 OS. No dye leakage was seen at this stage (Fig. 1D) . CASE 
2
A 44-year-old man was admitted to our hospital with bilateral RBN ofunknown origin. His corrected vision was 0-02 OD and 0 04 OS. Ophthalmoscopic exam-329 fluorescein angiography (Fig. 2B) . Enlargement of the detachment to about 3 disc diameters continued until daily dosage was reduced to 2 mg. The detachment disappeared about 35 days after termination of corticosteroid administration. The final visual acuity was 0*5 OD and 05 OS.
Discussion
Although corticosteroid therapy has been widely used for the treatment of CSR, clinical studies3 have failed to show any benefit with regard to either final visual outcome or duration of the disorder. Gass4 has expressed the view that corticosteroid therapy has no place in the management of CSR, and the effects of systemic corticosteroids on experimentally induced CSRs are unclear.
Apart from lack of benefit there is some evidence that systemic corticosteroids may actually be harmful to the posterior blood-ocular barrier. Maculopathy apparently induced by systemic steroid therapy has been reported,' 2 and we ourselves' have noted worsening of CSR during corticosteroid therapy in 5 cases.
In the present 2 cases of RBN treated with systemic betamethasone damage to the posterior blood-ocular barrier was confirmed by fluorescein angiography. The appearances resembled idiopathic CSR and in both patients the CSR was unilateral. The possibility exists that the development of CSR during corticosteroid therapy was coincidental, but the recurrent attacks of CSR during 3 separate courses of steroid therapy suggest that the therapy was causally related to the CSR. Both patients had evidence ofpre-existing pathology of the macula, and it may be that an anatomical weakness of the blood-ocular barrier such as a focal defect in the adherence of the retinal pigment epithelium to Bruch's membrane was associated with a local susceptibility to corticosteroid treatment.
A possible effect of endogenous corticosteroids on the posterior blood-ocular barrier is suggested in a case reported by Chumbley and Frank,7 where 4 attacks of CSR developed during 4 successive pregnancies, each attack resolving spontaneously after delivery or spontaneous abortion.
In the present cases CSR appeared to be associated with corticosteroid treatment in high dosage, and it is suggested that caution be exercised when corticosteroids in high dosage are considered for patients with a history of CSR or ophthalmoscopic evidence of previous CSR. 
